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Introduction
50
The predominant cause of gastric cancer is chronic infection with the gastric bacterium 51 Helicobacter pylori. The incidence of gastric cancer is highest in those with atrophic gastritis 52 and intestinal metaplasia resulting from long-term H. pylori infection [1] . Potential 
57
Gastric epithelial hyperproliferation is observed both clinically [7, 8] and in animal models [22] and in the gerbil H. pylori infection model [26] . In cultured gastric epithelial cells H. 75 pylori stimulates increase in transcripts of several ADAM genes [27] 
IRDye Near Infrared Fluorescence Resonance Energy Transfer assay (NIR-FRET)
172
To assay ADAM17 shedding activity in cell lines, a proTNF-α (SPLAQAVRSSSR) and selected and over expression validated using reverse transcription followed by PCR and 249 immunofluorescence microscopy. Over expressed ADAM17 had the same cellular 250 localisation profile as the endogenous ADAM17 and no compartmentalisation was observed.
251
Due to the very high efficiency of ADAM17 overexpression we hypothesise that in these 252 cells overexpressed ADAM17 will be the dominant clone and the biological driver. and 34% and 57% of total ADAM17 respectively following TNF-α and H. pylori stimulation.
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I would strongly advise to delete this section, reasons explained in the response to reviewers 267 document.
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To quantify further the phosphorylation of ADAM17 at these three sites in relation to cell 
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Phosphorylation of ADAM17 T735 ( Figure 2E ) and ADAM17 S791 ( Figure 2F) G27∆cagM [14] . In the present study using "On Cell Westerns" and ICW assays a significant transport, ADAM17 is inserted into lipid rafts for removal of the prodomain by furin [43] .
393
This results is active ADAM17 and increased levels of its substrates within lipid rafts [43] . using a mouse monoclonal antibody to ADAM17 and a rabbit-polyclonal ERK1 antibody.
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Fluorescence intensity was measured at 800 nm and 700nm using a Licor Odyssey imager. 
